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Although the phenomenon of resetting has been studied
in several experimental and clinical rhythms, it has not
been systematically analyzed in ventricular tachycardia.
To define the incidence and determinants of resetting as
well as its relation to ventricular tachycardia termina-
tion, the response to programmed stimulation was pro-
spectivelystudied during 78electrically induced episodes
of sustained, uniform ventricular tachycardia (mean cycle
length 365 ± 59 ms) in 53 patients. Single and double
ventricular extrastimuli were introduced during 78 and
39episodesofventricular tachycardia, respectively. Rapid
ventricular pacing was performed during 27 episodes.
Resetting occurred in response to single ventricular ex-
trastimuli in 43 (55%) of 78 ventricular tachycardias,
to double extrastimuli in 31 (79%) of 39 ventricular
tachycardias and to rapid pacing in 23 (85%) of 27 ven-
tricular tachycardias. No ventricular tachycardia char-
acteristic distinguished those tachycardias that were re-
set from those not reset.
Termination of ventricular tachycardia occurred in
7 (9%) of 78 episodes with single ventricular extra-
It is well known that premature electrical stimulation per-
formed during sustained rhythms can result in a pause that
is not fully compensatory, a phenomenon generally referred
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stimuli, 14 (36%) of 39 episodes with double ventricular
extrastimuli and 13 (48%) of 27 episodes with rapid
pacing. Termination was less frequent than resetting
with both single (9 versus 55%) and double (36 versus
79%) extrastimuli, as well as rapid pacing (48 versus
85%). Resetting preceded termination in 7 of 7 ventric-
ular tachycardias terminated with single ventricular ex-
trastimuli, 12 of 14 terminated with double ventricular
extrastimuli and 9 of 13 terminated by rapid pacing.
Ventricular tachycardias that were terminated could not
be differentiated from those that were reset without ter-
mination.
In conclusion: 1) Resetting with programmed ex-
trastimuli is common in hemodynamically stable sus-
tained ventricular tachycardia. 2) Resetting of ventric-
ular tachycardia occurs more frequently than termination
with programmed extrastimuli and is a marker for the
ability to terminate ventricular tachycardia. 3) Nofactor
could predict termination of ventricular tachycardia after
resetting.
(J Am Coli CardioI1986;8:294-300)
to as resetting (1). The phenomenon of resetting has been
described in experimental rhythms of different mechanisms
(2-4), as well as in clinical arrhythmias (5-11) and in sinus
rhythm (1,12,13).
Resetting of ventricular tachycardia has long been known
to occur (14), and was recently described in detail in isolated
cases (15-21). However, the overall incidence and deter-
minants of resetting during ventricular tachycardia are un-
known. With the use of more sophisticated pacemakers ca-
pable of scanning with single or multiple extrastirnuli (22,23),
ventricular tachycardia termination by programmed electri-
cal stimulation (24-26) has gained clinical importance. The
ability to reset ventricular tachycardia may identify the mode
and ease of termination. We prospectively studied the re-
sponse of electrically induced, sustained ventricular tachy-
cardia to programmed electrical stimulation to 1) define the
incidence of resetting in response to different pacing mo-
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Table 1. Clinical Electrocardiograph ic and Electrophysiologic
Variables in the 78 Tachycardias Studied in 53 Patients
*Tachycardias studied while the patient was taking an antiarrhythmic
drug; t five tachycardias were induced by pacing during a different tachy-
cardia. one tachycardia was incessant and one tachycardia resulted from
a spontaneous change in ventricular tachycardia configuration from a pre-
viously induced ventricular tachycardia (see Methods). CAD = coronary
artery disease; LBBB = left bundle branch block; RBBB = right bundle
branch block; RP = rapid pacing .
and 16 from the left ventricular free wall. Nineteen sites of
origin were basal and 21 were apical.
Electrophysiologic studies. Electrophysiologic studies
were performed with the patient in the postabsorptive state ,
after written informed consent had been obtained. One to
five quadripolar catheters with a 5 mm interelectrode dis-
tance were percutaneously inserted and positioned in the
heart under fluoroscopic guidance .
Stimulation was performed using a custom-designed pro-
grammable stimulator (Bloom Associates Ltd.). Bipolar
stimulation was used, and delivery was made with the distal
electrode always as the cathode . Stimuli were rectangular
pulses, I ms in duration , at twice diastolic threshold. Data
obtained during the procedure were displayed on a multi-
channel oscilloscope (Electronics for Medicine VR 16), re-
corded with an ink-jet recorder (Siemens Elema, Mingo-
graph) at a paper speed of 100, 200 or 250 mm/s and
simultaneously stored on analog magnetic tape (Honeywell
5600) . At least three surface electrocardiographic leads (I,
aVF and Vd were recorded . All intracardiac electrograms
were filtered at 30 to 500 Hz. To initiate ventricular tachy-
cardia, one to three ventricular extrastimuli were delivered,
and rapid ventricular pacing was performed as previously
described (31,32) .
Pacing protocol during ventricular tachycardia. All
stimulation during ventricular tachycardia was performed at
the right ventricular apex. Single ventricular extrastimuli
were delivered in 10 ms decrements , beginning 20 ms less
than the ventricular tachycardia cycle length until ventricular
refractoriness was reached, termination occurred or a sus-
tained change in the ventricular tachycardia cycle length or
configuration took place. Double ventricular extrastimuli
were delivered in the following fashion: the coupling in-
terval of the first extrastimulus was fixed for each ventricular
tachycardia at a point 20 ms greater than the longest coupling
interval that successfully reset the tachycardia. If single
dalities, 2) characterize the determinants of its occurrence,
and 3) compare resetting with termination in response to
premature stimulation.
Methods
Patients and tachycardias. Criteria for inclusion in this
study were as follows: 1) sustained ventricular tachycardia
initiated by programmed electrical stimulation, 2) stability
of ventricular tachycardia cycle length , that is, less than 20
ms difference in the cycle length of 20 consecutive beats,
and 3) hemodynamic tolerance of ventricular tachycardia.
Seventy-eight morphologically distinct episodes of ventric-
ular tachycardia in 53 patients constitute the basis of this
study. Cardiac diagnoses included coronary artery disease
in 45 patients (70 ventricular tachycardias), dilated cardio-
myopathy in 4 patients (4 ventricular tachycardias), mitral
valve prolapse in 1 patient (1 ventricular tachycardia), rheu-
matic heart disease in 1 patient (1 ventricular tachycardia)
and congenital heart disease in 2 patients (2 ventricular
tachycardias). Tachycardia characteristics are given in Table
1. A right bundle branch block configuration was defined
by monophasic, biphasic or triphasic R waves in lead V I
or a qR wave in lead V I (27), and was seen in 46 ventricular
tachycardias . A left bundle branch block configuration was
defined by a QS, rS or qrS configuration in lead VI (27),
and occurred in 32 ventricular tachycardias . The axis in the
frontal plane was considered superior if the predominant
vector showed an axis of 0 to - 180°; otherwise it was
considered inferior.
Tachycardias were initiated by the following stimulation
modalities: single ventricular extrastimuli in 12 episodes,
double ventricular extrastimuli in 34 episodes, triple ven-
tricular extrastimuli in 20 episodes, rapid ventricular pacing
in 5 episodes and pacing during a morphologically different
ventricular tachycardia in 5 episodes . One ventricular tachy-
cardia resulted from a spontaneous change in configuration
from a previously induced ventricular tachycardia. An ad-
ditional ventricular tachycardia was virtually incessant: it
was initiated by different modes of stimulation and also
appeared spontaneously. Fifty-four tachycardia episodes were
studied while the patients were receiving antiarrhythmic
drugs , which included a type IA drug (32 tachycardias), a
type IB drug (2 tachycardias), amiodarone (16 tachycar-
dias), a combination of a type IA and IB agent (2 tachy-
cardias) and a combination of a type IA agent and amio-
darone (2 tachycardias).
Catheter endocardial mapping was performed as pre-
viously described (27- 30). The site of origin was defined
as the site recording earliest electrical activity in the second
half of diastole. It was identified in 40 ventricular tachy-
cardias. For the purpose of analysis, sites of origin were
classified as either septal or nonseptal and apical or basal .
Twenty-four ventricular tachycardias arose from the septum
Cardiac diagnosis: CAD/non-CAD
QRS configuration: RBBB/LBBB
QRS axis: superior/inferior
Antiarrhythmic drugs: yesfno*
Mode of initiation: 1/2/3
extrastimulilRPt
Cycle length (ms) (mean ± SD)
Site of origin: septaVnonseptal
Site of origin: apical/basal
70/8
46/32
52/26
54/24
12134/20/5
365± 58
24/16
21119
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ventricular extrastimuli did not result in resetting of the
tachycardia, the coupling interval of the first extrastimulus
was maintained at 20 ms greater than the ventricular effec-
tive refractory period. Thus, regardless of whether there
was resetting with single ventricular extrastimuli, only the
second ventricular extrastimulus interacted with the site of
ventricular tachycardia origin (Fig. I). The second extra-
stimulus was delivered with increasing prematurity, begin-
ning at a coupling interval equal to the ventricular tachy-
cardia cycle length. The coupling interval to the first ex-
trastimulus was lowered by 10 ms decrements until ventricular
refractoriness was reached, ventricular tachycardia termi-
nation occurred or a sustained change in the tachycardia
took place. Generally, single and double ventricular ex-
trastimuli were delivered at least two times at each coupling
interval to document a reproducible response.
Rapid ventricular pacing was performed using multiple
paced cycle lengths beginning with a paced cycle length 10
to 30 ms less than ventricular tachycardia cycle length; at
each paced cycle length, the number of beats of pacing
began at 3 and was increased by 1 to 2 beat increments up
to 18 beats. The first beat of each burst was synchronized
to the preceding ventricular tachycardia beat with a coupling
Figure 1. Diagram showing how double extrastimuli, with the
firstextrastimulus set outside of the resetting zone determinedwith
single extrastimuli, can achieve greater prematurity relative to the
ventricular tachycardia (VT) origin than can single extrastimuli
with similar coupling intervals. In all panels ventricular activation
is represented by arrows. The ventricular activation of ventricular
tachycardia beats is represented as spreading from a site of origin
(SOD), whereas the activation of paced beats is represented in an
opposite direction. In A, the activation wave front generated by a
single extrastimulus (51) with a coupling interval of X ms does
not reach the site of origin, because of collision with the next
ventricular tachycardia wave front. In B, an earlier 51 (coupling
interval, Y ms) reaches the site of origin and resets the ventricular
tachycardia. However, as shown in C, if an extrastimulus (S2)
with the same coupling interval (Y) is preceded by an SI outside
of the resetting zone (coupling interval of X rns), it achievesgreater
prematurity (P in B and C) relative to the site of origin of the
ventricular tachycardia. SI = first extrastimulus; S2 = second
extrastimulus.
A VT [X-\/ /
soo
B VT [Y-~/ /
soo ---p--
C VT [X-\-\/ /
soo ~p-
aVF
V1 ! 1,
RVA---i~ 400 i~~~30_~~'_1'-_41__0.-J1~~L-
. ; s
T
Figure 2. Example of resetting of a uniform ventricular tachy-
cardia by a single ventricularextrastimulus introduced at the right
ventricular apex. Surface electrocardiographic leads I, aVF and
VI are displayed with an intracardiac recording from the right
ventricular apex (RVA) as well as time lines (T). Paper speed is
100 mm/min. The cycle length of the ventricular tachycardia is
400 ms. A premature ventricular extrastimulus (S) is introduced
with a coupling interval of 300 ms. The return cycle as measured
at the right ventricular apex is 410 ms, resulting in a less than
compensatory pause. Note that there is fusion of the QRS on the
surfaceelectrocardiogram and that the stimulus artifact occurs after
the onset of the QRS. The resumption of tachycardia after the
prematurepaced beat occurs on the surface electrocardiogram 310
ms after the onset of the fused beat and, after this, the ventricular
tachycardia resumes with its prior configuration and cycle length.
interval equaling the paced cycle length of that particular
burst. The paced cycle length was decreased by 20 ms steps
until ventricular tachycardia was terminated, there was a
sustained change in configuration or cycle length or lack of
hemodynamic tolerance to pacing occurred.
Completion of the pacing protocol was not possible in
all patients. The reasons for failure to complete the entire
protocol included lack of adequate hemodynamic tolerance
to pacing, acceleration of the ventricular tachycardia or the
consideration by the electrophysiologist that immediate ter-
mination by faster bursts or bursts followed by extrastimuli
should be undertaken. Single ventricular extrastimuli were
delivered in all 78 ventricular tachycardias and double ven-
tricular extrastimuli in 39. Rapid ventricular pacing was
performed, as described, during 27 ventricular tachycardias.
Measurements and definitions. Intervals were mea-
sured between the rapid deflections of the local ventricular
electrograms recorded from the pacing catheter. The local
activation time, that is, the interval from the QRS onset to
the local electrogram at the pacing site, was measured during
ventricular tachycardia.
Table 2. Incidence of Resetting in Response to Different
Modes of Ventricular Stimulation During Ventricular
Tachycardia (VT)
Resetting
No. of VTs No, %
Single extrastimuli 78 43 55
Double extrastimuli 39 31 79
Rapid pacing 27 23 85
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Table 3. Clinical , Electrocardiographic and Electrophysiologic
Varia bles in Ventric ular Tachycardias (VT) That Were Reset
Versus Those That Were Not Reset
YT Not Reset VT Reset
No. ventricular tachycardias 14 64
Cardiacdiagnosis
CAD 12 56
Non-CAD 2 8
QRS configuration
RBBB 12 34
LBBB 2 30
QRS axis in the frontal plane
Superior II 44
Inferior 3 20
Antiarrhythmic drugs*
Yes 10 45
No 4 19
Modeof initiation: 1/2/3 extrastimulilRPt 2/6/3/2 10127/18/3
Cycle length (ms) (mean ± SD) 349 ± 52 369 ± 60
LAT-PS (ms) (mean ± SD) 79 ± 43 72 ± 51
Site of origin
Septal 5 19
Nonseptal I 14
Apical 4 15
Basal 2 18
There wereno significant differences. LAT·PS = localactivation time
duringventricular tachycardia at the site of pacing; otherabbreviations and
symbols as in Table 1.
Resetting of ventricular tachycardiawithsingleor double
ventricular extrastimuli was definedas having occurred if:
1) the interval from the last ventricular tachycardia beat
before each particular mode of stimulation to the first non-
paced ventricular tachycardia beat after stimulation (mea-
sured at the pacing site) was noncompensatory (that is,
different from a multiple of ventricular tachycardia cycle
length) ( ± 20 ms); and 2) the same ventricular tachycardia
resumed after pacing with no more than a 20 ms change
from the original ventricular tachycardia cycle length (Fig.
2). In all instances where the pause after premature stim-
ulation was deemed noncompensatory, the initial coupling
interval that resulted in resetting always yielded a less than
compensatory pause .
Continuous resetting during rapid ventricular pacing (that
is, entrainment) occurredif any of thefollowingwerenoted:
I) fusion of the surface QRS complex was fixed during
pacing at any paced cycle length, 2) the interval from the
last paced beat to the first nonpaced beat after stimulation
was constant at each paced cycle length (33), or 3) when
identified, the onset of the local electrogram at the site of
ventricular tachycardia origin was advanced to the paced
cycle length .
Statistics. Statistical analysis was performed using the
t test for unpaired observations to compare means of con-
tinuous variables. Chi-square tests or Fisher's exact test
were used for comparison of categorical variables when
appropriate .
Table 4. Comparison of Clinical, Electrocardiographic and Electrophysiologic Variables in Ventricular Tachycardias That Terminated
Versus Those That Reset But Did Not Terminate With Programmed Extrastimulation During Ventricular Tachycardia
SVE DVE RP
Resetting Resetting Resetting
Termination Only Termination Only Termination Only
No. of ventricular tachycardias 7 36 14 19 13 10
Cardiac diagnosis
CAD 7 33 12 16 13 8
Non-CAD 0 3 2 3 0 2
QRS configuration
RBBB 3 17 10 11 7 3
LBBB 4 19 4 8 6 7
QRS axis in the frontal plane
Superior 6 27 9 11 7 7
Inferior I 9 5 8 6 3
Antiarrhythmicdrugs*
Yes 2 23 II II 7 7
No 5 13 3 8 6 3
Mode of initiation: 1/2/3 extrastimuli/Rl't 2/4/011 6/11/11/2 4/4/5/1 1/10/5/2 3/5/5/0 1/6/2/1
Cycle length (ms) (mean ± SD) 398 ± 57 378 ± 61 346 ± 39 355 ± 56 348 ± 40 376 ± 49
LAT-PS (ms) (mean ± SD) 52 ± 40 64 ± 49 83 ± 38 81 ± 60 73 ± 39 46 ± 35
Site of origin
Septal 2 13 5 8 5 4
Nonseptal I 8 2 5 I I
Apical I 12 2 7 3 3
Basal 2 9 4 6 3 2
Thereare no significant differences. DYE = double ventricularextrastimuli; SVE = singleventricular extrastimuli; other abbreviations and symbols
as in Table 1.
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Figure 3. Schematic representation of resetting in a reentrant
circuit with separate entrance and exit sites. A, Stimulus (STIM)
is introduced at a distance from the circuit and propagates toward
its entrance (ent) site (dashed arrow). At the time of stimulation,
ventricular tachycardia is occurring with conduction in the circuit
(solid arrow) and subsequent exit leading to surrounding ventric-
ular activation. B, The premature impulse enters the circuit and
blocks with the wave front of the prior beat (solid arrow) in the
retrograde direction and propagates in the circuit anterogradely
(dashed arrow). C, The premature impulse propagates around the
circuit and exits, resulting in a less than compensatory pause after
the premature beat; thus the tachycardia is reset.
minate it. We (18) and others (16,17,19,20) have attempted
to explain this finding by a model of a reentrant circuit in
the ventricle with separate entrance and exit sites. A pre-
mature impulse could enter the proposed circuit and prop-
agate anterogradely in the circuit, reaching the exit site early
and resulting in a less than compensatory pause (Fig. 3).
The concept of ventricular tachycardia entrainment involves
continuous resetting with multiple extrastimuli in an iden-
tical manner. Extrastimuli of insufficient prematurity would
excite large parts of the ventricle without entering the reen-
trant circuit. In such instances there would be no effect on
the ventricular tachycardia and resetting would not be ob-
served (34).
We have demonstrated that the ability to reset and sub-
sequently terminate ventricular tachycardia is dependent on
the number of ventricular extrastimuli introduced during the
arrhythmia. The incidence of resetting and termination, re-
spectively, increased from 55 and 7% with single ventricular
extrastimuli to 79 and 36% with double ventricular extra-
stimuli and ultimately to 85 and 48% with rapid pacing.
These findings are consistent with prior observations of ven-
Results
Incidence of resetting with different pacing modalities
(Table 2). The incidence of resetting in response to different
pacing modalities increases as the number of extrastimuli
is increased (single ventricular extrastimuli to double ven-
tricular extrastimuli to rapid pacing). Single ventricular ex-
trastimuli resulted in resetting in 43 (55%) of78 ventricular
tachycardias. Double ventricular extrastimuli resulted in the
resetting of 31 of 39 ventricular tachycardias and rapid pac-
ing resulted in the resetting of 23 of 27 tachycardias. In the
case of rapid pacing, all four ventricular tachycardias not
reset were reset with either single or double ventricular
extrastimuli before rapid pacing. In each case, tachycardia
termination occurred during rapid pacing before it was pos-
sible to detect any criteria for entrainment. In total, 64 of
the 78 ventricular tachycardias studied were reset by at least
one of the pacing methods used.
Resetting was not seen in 14 ventricular tachycardias.
However, in none of the 14 episodes was rapid pacing
attempted, and in only eight were double ventricular ex-
trastimuli administered. No significant differences were found
between these 14 and the other 64 ventricular tachycardias
in any variable tested (Table 3).
Resetting and termination. Single ventricular extra-
stimuli resulted in the termination of7 (9%) of 78 ventricular
tachycardias. Double ventricular extrastimuli resulted in ter-
mination of 14 (35.9%) of the 39 ventricular tachycardias
in which this pacing modality was used. Rapid pacing re-
sulted in termination of 13 (48%) of the 27 ventricular
tachycardia during which it was performed. Resetting was
found to be a marker for subsequent termination of ven-
tricular tachycardia with all three pacing modalities utilized.
Seven of 7 ventricular tachycardias terminated with single
ventricular extrastimuli, 12 of 14 terminated with double
ventricular extrastimuli and 9 of 13 terminated with rapid
ventricular pacing were reset before termination. With all
three modalities, resetting was more frequent than termi-
nation for single ventricular extrastimuli (55 versus 9%),
double ventricular extrastimuli (79 versus 36%) and rapid
ventricular pacing (85 versus 48%). Table 4 compares ven-
tricular tachycardias that were terminated with those that
were reset but not terminated with single or double ven-
tricular extrastimuli or rapid ventricular pacing. No signif-
icant differences were found in any variable assessed.
Discussion
Determinants of the resetting phenomenon. This is
the first study to analyze the resetting phenomenon in a large
number of uniform ventricular tachycardias. Previously, in-
dividual case reports (12-17) have demonstrated that pre-
mature stimulation from either the atrium or the ventricle
could reset hemodynamically tolerated, morphologically
uniform ventricular tachycardia and, in some cases, ter-
c
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tricular tachycardia termination that demonstrated the in-
creased efficacy of multiple extrastimuli over single extra-
stimuli for termination of ventricular tachycardia (23,35,36).
This finding has been attributed to the ability of multiple
extrastimuli to "peel back" local refractoriness and to re-
verse the direction of the propagating wave front in the
intervening myocardium between the pacing site and site of
ventricular tachycardia origin, favoring earlier capture of
the site of origin by premature beats (37). The ability to
similarly influence refractoriness in the proposed reentrant
circuit remains to be assessed. Thus, the properties of the
intervening myocardial tissue appear to be a major deter-
minant of the ability to illustrate resetting of ventricular
tachycardia. It is presumed that, regardless of the mecha-
nism of ventricular tachycardia, the ability to reset ventric-
ular tachycardia requires the premature impulse to traverse
the myocardial tissue between the pacing site and tachy-
cardia origin and enter the region of tachycardia origin.
To better assess the determinants that allow a premature
impulse to reach the site of ventricular tachycardia origin,
ventricular tachycardia characteristics were compared for
those tachycardias that demonstrated resetting and those that
did not. No statistically significant difference was found
between these two groups (Table 3). Of note, however, is
that only 8 of the 14 ventricular tachycardias not demon-
strating resetting received double ventricular extrastimuli
and none underwent rapid pacing. Therefore, it is likely
that the lack of observed differences between ventricular
tachycardias reset and those not reset is largely related to
the extent of the pacing protocol used during a particular
ventricular tachycardia.
Determinants of termination. Termination of ventric-
ular tachycardia was a less common event than resetting
using our pacing protocol. Nevertheless, it was found that
resetting preceded termination in the vast majority of ven-
tricular tachycardias that were terminated. This suggests a
similar mechanism to explain the two phenomena and im-
plies that if reentry is the underlying mechanism of ven-
tricular tachycardia studied, the only difference between
resetting and termination is the timing with which the pre-
mature impulse enters the circuit. With resetting, the im-
pulse would be able to propagate anterogradely in the circuit,
whereas with termination the premature impulse would block
both anterogradely and retrogradely. This suggests that fail-
ure of a paced impulse to either reach or enter a proposed
reentrant circuit is not the limiting factor for termination.
In accordance with this, no specific tachycardia character-
istic identified ventricular tachycardias that were able to be
terminated versus those that were able to be reset but not
terminated.
Significance of resetting. As mentioned previously, the
resetting phenomenon in ventricular tachycardia has been
most often attributed to a reentrant mechanism. However,
resetting has been shown for automatic rhythms, such as
sinus rhythm (1,12,13) and automatic atrial tachycardia (5,6),
triggered rhythms in experimental models (2,3) and rhythms
of presumed reentrant mechanisms, such as atrial flutter
(7-9), atrioventricular (AV) node tachycardia (10) and cir-
cus movement tachycardia utilizing an AV bypass tract (11).
Further investigations of resetting in ventricular tachycardia
are required to establish whether the response to pro-
grammed extrastimulation during a particular ventricular
tachycardia can provide insights into its underlying mech-
anism. Such studies would serve to further characterize the
properties of the site of ventricular tachycardia origin and
the way different therapeutic modalities interact with it.
Limitations of study. Certain limitations have to be
recognized in the analysis of our data. The stimulation pro-
tocol, as designed, was not completed in many instances
(see Methods). However, single ventricular extrastimuli were
delivered in all instances. Nevertheless, this limits the as-
sessment of overall resetting and termination incidence. In
addition, the 10 ms decrements in coupling interval during
the introduction of single and double ventricular extrastimuli
might have been too large to demonstrate resetting in ven-
tricular tachycardia with a small "window of access." The
ventricular tachycardias studied were necessarily uniform
and hemodynamically tolerated. As a result, this is a selected
group of ventricular tachycardias and the findings of this
study cannot be extended beyond this group of ventricular
tachycardias. Finally, it could be argued that during rapid
pacing, the ventricular tachycardias were actually being ter-
minated and reinitiated and that resetting was not being
observed. However, the design of the pacing protocol, with
one to two beat increments in the duration of pacing at each
cycle length, makes this unlikely.
Conclusions. Most uniform, hemodynamically tolerated
episodes of ventricular tachycardia can be reset with pro-
grammed extrastimuli. A subset of ventricular tachycardias
can also be terminated in a similar manner. The majority
of ventricular tachycardias being terminated will have shown
prior reset, suggesting a common underlying mechanism.
The incidence of both resetting and termination is dependent
on the mode of pacing used and increases with the use of
more extrastimuli. Implications of these findings for the
mechanism of uniform ventricular tachycardia require fur-
ther investigation.
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